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达量明显高于癌旁，EZH2 的阳性率达到 70%，BMI1 的阳性率达到 50%，CBX8 的
阳性率为 41%。通过生存曲线分析，本文发现 PcGs 在肝癌中的高表达与患者的
术后生存时间密切相关，在肝癌中 PcGs 阳性表达的患者其术后生存率较低，提
示 PcGs是肝癌的预后影响因子。同时，我们通过构建 Hep G2细胞裸鼠荷瘤模型，
发现 shRNA干扰 PcGs 后 Hep G2衍生瘤明显小于对照组，表明在肝癌中抑制 PcGs
表达能够促进肿瘤生长，PcGs 具有促癌作用。在小鼠肝脏炎症损伤模型中，化
学药物诱导小鼠肝脏损伤后，实验组小鼠肝脏中 EZH2 的表达量与对照组比较表
达量增高，并且通过体外实验表明细胞因子能够上调 Hep G2细胞中 EZH2 的表达
量。提示,EZH2可能作为细胞因子调控肝癌发生和发展的中心环节，参与肝癌发
生和发展的全过程。从分子水平上，我们在 Hep G2 细胞系中进一步研究发现 PcGs
能够不依赖于 P16/INK4a 通路调节 P53的表达量，抑制 EZH2、SUZ12、CBX8的表
达，能够上调 P53 蛋白的表达量。对于表观遗传学特性的探讨，我们发现 PcGs
干扰后，Hep G2细胞中 H3K27me3的表达量明显降低，表明 EZH2、SUZ12、BMI1、







































Primary liver cancer is wide spread in the world, Chinese hepatocellular 
carcinoma patients occupied 50% of the world's total number. Therefore 
understanding the pathogenesis of HCC, looking for molecular diagnosis and effective 
therapeutic targets is very important. Polycomb group genes (PcGs) family, recent 
years shown to be associated with the occurrence and metastasis of tumor. The main 
function of PcGs is inhibiting the expression of target genes by methylation of histone 
modification. P53 is an important tumor suppressor gene, it
 
is main functions 
including cell cycle regulation, DNA repair, apoptosis, the maintenance of genomic 
stability, inhibition of tumor angiogenesis etc. The occurrence of PHC include “liver 
injury - liver fibrosis - liver cancer” three processes, cytokines play an important role 
in these three processes, and in postoperative, cell factors will also affect the tumor 
recurrence and metastasis, understanding the regulatory network of cytokines is 
conducive to the prevention and treatment of liver cancer. 
In this study, we used immunohistochemical detecting the clinical HCC 
specimens, found that the expression of PcGs in hepatocellular carcinoma was 
significantly higher than that in adjacent none-tumor tissue, and the positive rate of 
EZH2 up to 70%, BMI1 positive rate was 50%, and the positive rate of CBX8 was 
41%. Through the survival curve analysis, this study found that PcGs high expression 
in cancer closely associated with poor prognosis of patients. Animal experiments 
showed that, in nude mice tumor-burdened models established by Hep G2 which was 
interfered PcGs by shRNA, the derived tumor ininterference group was significantly 
smaller than that in control group (Luc shRNA). Show that PcGs has effect tumor 
promotion in HCC. In mouse liver injury models, chemical drug could upregulate the 
EZH2 expression in livers compared with the control groups. And vitro experiments 
showed that cytokines can increase the expression of EZH2 in Hep G2. Suggest EZH2 
may play an important role in cytokine signaling network which regulated 
carcinogenesis and development in liver cancer, participated in the whole process of 
carcinogenesis and tumor development. At the molecular level, we further found that 
the regulation of P53 did not depend on P16. To probed into characteristics of 
epigenetics, we found that interfered with PcGs could decrease the expression of 
















methylation modification of H3K27. At the same time, we also found that EZH2 and 
SUZ12 can be combined to form complexes, and regulated each other in HCC. 
In conclusion, this paper found that PcGs closely related to the occurrence, 
development of HCC and the poor prognosis. Revealed the different cytokines could 
regulate the expression of EZH2, prompt the epigenetic regulation in liver cancer and 
the network of target genes of PcGs in HCC, provides the theory basis for further 
clear the molecular biological function of PcGs in hepatocellular carcinoma. 
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